Aims-To determine whether the presence of anticardiolipin antibodies in patients with suspected myocardial infarction is predictive of complications during hospital stay or after discharge. Methods-Anticardiolipin antibodies were serially measured in a cohort of 111 patients, from the time of admission to the coronary care unit till eight weeks after discharge. Associations with fatal and non-fatal cardiac complications were documented. Results-The incidence of raised titres of IgG and IgM anticardiolipin antibodies (ACA) in patients with myocardial infarction was comparable with that in patients with ischaemic heart disease. ACA titres in patients with a previous myocardial infarct were not significantly different from those found in patients without a previous history of infarction. Over the period of the study, ACA titres in the myocardial infarct group did not change significantly from those recorded on admission, nor did those patients with raised ACA titres have a higher prevalence of complications in hospital or in the early period after discharge. Conclusions-There is no evidence that patients with an acute or previous myocardial infarct have higher ACA titres than those found in patients with ischaemic heart disease. Raised ACA titres soon after myocardial infarction do not influence immediate patient outcome.
The association between antibodies to cardiolipin and rare syndromes of venous and arterial thrombosis, recurrent fetal loss, and thrombocytopenia has been extensively reported.'-2 Recent work has also suggested a complex relation between anticardiolipin antibodies and coronary artery disease.--7 In particular, raised titres of anticardiolipin antibodies in young survivors of myocardial infarction were found to be a marker of recurrent cardiovascular events. 8 In the case of myocardial infarction it is not clear whether the antibody is present before infarction, initiated by myocardial ischaemia,9 or develops afterwards in response to muscle necrosis.'0
Methods
The study group consisted of 111 patients, 83 men (74-8%) and 28 women (25 2%), aged between 31 and 88 years. They had been admitted to the coronary care unit with a suspected myocardial infarction. Myocardial infarction was diagnosed when at least two of the following criteria were met:chest pain for more than 30 minutes; characteristic electrocardiographic changes; and serial cardiac enzyme pattern typical of myocardial infarction. Patients with a history of connective tissue disease, other autoimmune disorders, or insulin dependent diabetes mellitus were excluded from the study. Myocardial infarction was confirmed in 83 of these patients (myocardial infarction group) (median age 61 years:range 31-88 years), while the remaining 28 were diagnosed as having either ischaemic heart disease (n = 26) or unstable angina (n = 2) (non-infarct group) (median age 63-5 years:range 38-78 years). Thrombolytic treatment was given to patients with a clinical diagnosis of myocardial infarction unless specific contraindications" were present. Eleven patients died during the trial, nine of these while in hospital: all 11 were in the myocardial infarction group.
Blood samples for anticardiolipin antibody analysis were taken on admission, 24 No significant correlation could be found between peak creatine kinase and mean anticardiolipin antibody titres. In both groups of patients no increase in anticardiolipin antibody titres could be detected over the period of the trial. There does not seem to be a correlation between the titre of anticardiolipin antibody and extent of myocardial necrosis.
Patients with raised anticardiolipin antibody titres did not have more complications either in hospital or immediately after discharge. This conflicts with the conclusions of Hamsten et al,8 who showed a significant correlation between consistently raised titres of anticardiolipin antibodies and cardiovascular complications in young survivors of myocar-dial infarction. Because our study was carried out with an older coronary artery disease population, however, only five of whom were 45 years or younger (median age 61 years), and was designed to assess the short term evolution and influence of antibodies, direct comparison of results is not possible.
Our data show that raised anticardiolipin antibody titres occur in equal proportions in patients diagnosed as having either ischaemic heart disease or myocardial infarction. The occurrence of an acute or previous myocardial infarction does not raise anticardiolipin antibody titres above those found in ischaemic heart disease. Raised anticardiolipin antibody titres did not influence immediate patient outcome in terms of the occurrence of clinical complications. The long term outcome and clinical value of consistently raised titres of anticardiolipin antibodies is difficult to evaluate and requires further prospective study.
